. XERODERMA pigmentosum (hence referred to as X.P.), is marked by rougheniing, dryness, pigmentation and ulceration of the skin. The condition is attributed to hypersensitivity of the skin, particularly that of the basal cell layer, to sunlight. The disease was first described adequately by Kaposi in 1874 (Hebra and Kaposi, 1874) . The biochemical basis of this metabolic disturbance is yet to be determined; a discussion of such an aspect of X.P. is outside the scope of the present paper.
The usual onset of X.P. occurs in the first year of life, often within a few, months after birth. First, erythema develops on the skin, on those regions which are exposed to light, followed by freckling and frequently by telangiectasis. From these regions epithelioma or basal-cell carcinoma develops. The malignant change may take place not only in the skin, but also in the cornea and conjunctiva
The genetical and chromosomal basis of X.P.
The hereditary basis of X.P. was first investigated by Siemens and Kohn (1925) . They analysed 76 families, and Cockayne (1933) brought this more up-to-date with a further 43 family histories. In both groups of data the incidence of consanguineous marriages was very high: 24 out of 76 and 16 out of 43 respectively, were first-cousin marriages. By analysing the family histories, Cockayne came to the conclusion that X.P. depends on a recessive autosomal gene.
The true genetical basis of X.P. was-discovered by Prof. J. B. S. Haldane (1936) in his search for incomplete sex-linkage in human pedigrees. According to his analysis, the gene X.P. is one of those which is borne in that particular region of the sex chromosome, common to X and Y. It may not be superfluous to describe the cytological mechanism which underlies incomplete sex-linkage. The genetical basis of incomplete sex-linkage is clear, and is already described
